provides further evidence of the doubtful importance of hyperamylasaemia, even when associated with upper abdominal symptoms; certainly it does not always indicate pancreatitis. Furthermore, the case highlights our reservations towards increasing reports of druginduced pancreatitis, particularly when the diagnosis is not substantiated by anatomical confirmation.
Regardless of the source of the amylase in this case, we postulate that it was a direct result oftheophylline intoxication, and in view ofthe successful management of theophylline poisoning by resin or charcoal haemoperfusion4 it is important that this association should be borne in mind. The widespread prescribing of theophylline renders it liable to abuse in self-poisoning, and hence theophylline overdosage should be considered as a possible underlying cause of apparent pancreatitis in patients who also suffer from chronic obstructive airways disease. Plasmapheresis has been used in the treatment of many glomerular disorders with varying degrees of success,2 but to our knowledge use of this technique in the acute forms of dense deposit disease has not been described. We report a case of dense deposit disease associated with partial lipodystrophy that presented with acute renal failure. Serum creatinine concentration returned rapidly to normal after intensive plasma exchange.
Case report
A 29-year-old woman with partial lipodystrophy gave birth to a healthy child after a full-term uneventful pregnancy. Five days after delivery she developed oedema of the eyelids and legs. Two weeks later she noticed dyspnoea, weakness, and decreased urine output and was admitted to hospital. Physical examination showed blood pressure 200/100 mm Hg, pallor, generalised oedema, retinal haemorrhages and exudates, jugular venous distension, a fourth heart sound, liver enlargement, and hepatojugular reflux. Laboratory investigations showed packed red cell volume 25 %/o, white cell count 9 1 x 1091/ witb normal differential, blood urea nitrogen 20 mmol!1 (56 mg/100 ml), serum creatinine 388 t,mol/l (4 4 mg/100 ml), serum albumin 17-1 g/l, 24-hour proteinuria 8-6 g, microscopic haematuria, and hypocomplementaemia with a pattern suggestive of alternate pathway activation (low C3, normal C4, low total haemolytic complement). A test for C3 nephritic factor gave a positive result. A renal biopsy specimen showed changes consistent with mesangiocapillary glomerulonephritis type II. Eighty per cent of glomeruli showed cellular crescents.
Plasmapheresis (4 1 exchanges) was started on the fifth hospital day. She was given prednisone 1 mg/kg/day, and cyclophosphamide 2 5 mg/kg/day. Plasmapheresis was stopped after the 10th session, when the serum creatinine concentration had decreased to 133 /imol/l (1-5 mg/dl). Prednisone and cyclophosphamide were continued. Five months after the initial episode she was asymptomatic, her serum creatinine concentration was 88-4 Lmol/l (1 mg/100 ml), and she still had proteinuria (8-8 g/24 h) and microscopic haematuria.
Comment
Plasmapheresis has been used in the treatment of a few patients with the more usual, chronic forms of mesangiocapillary glomerulonephritis. Overall, it has been difficult to substantiate any benefit derived.3 Our experience suggests, however, that plasmapheresis may be useful in acute forms of dense deposit disease accompanied by extracapillary proliferation. The mechanism by which plasmapheresis improved our patient's renal function is uncertain. Possibly it removed complement, clotting factors, or other mediators of inflammation and thus lessened the kidney's acute proliferative response. Although attractive, this hypothesis cannot be proved in the absence of a followup renal biopsy. What seems clear is that plasmapheresis did not affect the basic underlying pathogenesis of the disease, since our patient continued to have haematuria and distinct proteinuria after her serum creatinine concentration had returned to normal.
Obviously no definite conclusions can be drawn from experience limited to a single case. Nevertheless, considering the generally poor prognosis of extensive crescent formation in acute renal failure, it might be worth while trying plasmapheresis in selected patients who have this syndrome associated with dense deposit disease. 10, 188, 29 , and 14 mU/l respectively. The patient felt light-headed at the time of the lowest blood glucose concentration. After a 20-hour fast, with exercise, his blood glucose concentration fell to 2-4 mmol/l (43 mg/100 ml) when the plasma insulin concentration was 12 mU/l. In insulin-induced hypoglycaemia plasma C-peptide concentration was not suppressed ( figure) . Pancreatic arteriography showed a vascular tumour in the tail of the pancreas. This was removed and found to be an islet-cell
